mechanism as ETS. Since the true relative risk associated with passive smoking exceeds 1.3, Crump et al.'s argument may not be relevant. In Remark 18, we empirically assess the validity of Assumption la under the further assumption that cigarette smoke affects two stages of a five-stage multistage cancer process.
Consider now the subset of the source population of an epi-demiologic study that includes "exposed" individuals at risk at age t. Clearly, the exposure at any time u, u < t, to ETS, say d(u), will vary among persons in this subset. Let ds(u\t) be the average pulmonary dose at age w among "exposed" individuals at risk at age t.
In a follow-up study in which the data collected includes age, cause of death, and "exposure" status, we can empirically estimate the age-specific (average) mortality rate among "exposed" individuals, ^i(t\E}^ and unexposed individuals, i(t\E). Furthermore, it follows from the linearity of Equation D-l that
r*                                P-3)
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where RR(t\E) is the true relative risk (i.e., the ratio of the mortality rate among "exposed" individuals to that of truly unexposed individuals). Unfortunately, we cannot estimate 7o(*) [and thus -R-R^lE1)] without further assumptions. Similarly, we are unable to estimate RR(t\E), the true relative risk due to ETS in "unexposed" individuals. (Remember, "unexposed" individuals are truly exposed.) But, in the absence of bias, from either prospective or case-control data we can empirically estimate
u\t)du     RR(t\E)
(In a case-control study the left side of Equation D-4 is the age-specific odds ratio comparing "exposed" to "unexposed" individuals.)
Assumption IbEquation D-l generally cannot be "reparameterized" so that simultaneously Equation D-2 holds and /9(t) = ft or p(t)io(t) = /3'.
